Introduction

18
Even if, at baseline, the main origin of plasma nitric oxide (NO) seems to be related to endothelial in fact the synthesis and activity of eNOS and nNOS requires calcium and calmodulin while the iNOS 27 activity is decreased by glucocorticoids and increased by proinflammatory cytokines. The activation of 28 iNOS generates NO in the measure of up 1000-fold greater than nNOS or eNOS [57] it has also been 29 demonstrated that the more important modulators of these proinflammatory cytokines are the mitogen 30 activated protein kinases [32] . This accelerated NO synthesis has however an opposite effect because 31 was estimated according to the 1-way analysis of variance (ANOVA) integrated with the Bonferroni test.
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Same statistical approach was used for the examination of OSAS subjects subdivided according to the 118 AHI value and for the examination of AMI subjects, subdivided according to risk factors and extension 119 of coronary lesions. The evaluation of NOx before and after dialysis was effected using the Student's 120 t test for paired data; same approach was employed to evaluate NOx before and after treatment with 
Results
125
The obtained data are described for each clinical condition. 
242
In conclusion, the data described seem to point out a role of iNOS activation in almost all the clinical 
